Some investigators (i. a. Kellef/tml ·, 14453) Irave found an increased level of ACTH and a decreased level of 17-hydroxycorticoids in the blood of these patients. Following the administration of cortisone the blood level of ACTH decreased. A decreased ability of the adrenal cortex to elaborate glucocorticoids was suggested as the primary failure: The normal inhibition of the hypophysis is diminished resulting in the secretion of larger amounts of ACTH which in turn stimulates the adrenal cortex to elaborate larger amounts of other steroids than glucocorticoids (steroids with androgen activity and their precursors).
Assuming the theory outlined here, one should expect to find symptoms of adrenal cortical insufficiency in cases of stress situations in these patients. That is, however, only seldom seen. The pathogenesis is most likely much more complicated. There seems, however, to be a failure in one or more stages of the steroid synthesis in the adrenal cortex, especially in the further synthesis of 17-hydroxyprogesterone (Bongiovanni et al., 1954) . Alterations in the steroid metabolism especially an increased utilization or break down of the glucorticoids or a conversion of them into androgenic active steroids would also be able to bring about the symptoms and the pathophysiological findings of the adrenogenital syndrome.
In our opinion this essentially seems to be a disorder of the normal equili¬ brium between the two groups of steroids (glucocorticoids and androgenic steroids from the adrenal cortex). Only in this way is it possible to explain cases with a normal or a slightly raised excretion of glucocorticoids simultane¬ ously with a higher excretion of 17-KS. (Andersen, H., 1954; Gardner et al., 1952; Jailerct et al, 1952; Venning et al, 1952) .
In patient no. 2 the possibility of constitutional precocious puberty was considered because of the rather big left testis and because of the only moderately elevated ex¬ cretion of 17-KS. This was, however, above the excretion expected for his biological age and above the excretion we have seen in cases of constitutional precocious puberty in boys. In addition we have in a patient with constitutional precocious puberty, only seen a slight and rather late decrease in the excretion of 17-KS after treatment with cortisone ( Fig. 3) . As mentioned by Wilkins (1952) 
RESULTS OF TREATMENT
In all patients we have found an inhibition of the adrenal cortex which has been maintained with such very small doses of cortisone, that side-effects have not occurred. In the 2 boys the development of secondary sexual characteristics has been prevented. In both some growth of the testicular glands has been noticed, a phenomenon which has also been observed by others Wilkins 8c José, 1951 In all the patients a satisfactory inhibiting effect on the adrenal cortical function was obtained. In 2 patients the therapy was discontinued after 6 and 7 months. Five months after cessation the excretion of 17-KS had not exceeded Vs of pre-treatment levels in a 6 years old girl, and in a 4 years old girl it first exceeded normal values after 12 months without therapy. In 2 patients temporary but considerable elevations were seen in the excretion of corticoids without a simultaneous corresponding increase in 17-KS excretion during the treatment and for a couple of months after cessation of treatment. This is ex¬ plained as a reaction to stress and it is pointed out that this corresponds to the normal reaction to stress in children. The possibility, that the oscillations in steroid excretion after discontinuance of cortisone therapy may be explained as a temporary imbalance in the hypophyseal-adrenal cortical relationship, is suggested.
The pathogenesis of the disease is discussed. A disturbance in the balance between the production of androgenic steroids and the glucocorticoids in the adrenal cortex may be essential, or it may be a disturbance in the cortical steroid synthesis or metabolism. Presumably cortisone acts by inhibiting the hypophyseal ACTH-secretion.
